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The planar cell polarity (PCP) signaling pathway govern diverse
cellular behaviors and the core PCP proteins, such as Dishevelled and
Frizzled, have been extensively characterized. By contrast, the PCP
effector proteins, such as Inturned and Fuzzy, remain largely
unstudied. We report defects of the Fuzzy mutant mice identical to
those of mouse mutants with defective cilia. Using bioinformatics and
imaging of an in vivo mucociliary epithelium, we establish a central
role for Fuzzy in membrane trafficking, showing that Fuzzy is
essential for apical trafficking of ciliogenesis factors in ciliated cells
and also for exocytosis in secretory cells. We identify a novel, Rab-
related small GTPase as an interaction partner for Fuzzy, and this
GTPase also is essential for ciliogenesis and secretion. These results
are significant because they provide novel insights into the mechan-
isms by which developmental regulatory systems like PCP signaling
interface with fundamental cellular systems such as the vesicle
trafficking machinery.
doi:10.1016/j.ydbio.2009.05.377
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A novel mutant, no privacy, in Xenopus tropicalis:
A potential tool for study of organogenesis
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We have isolated a novel mutant, no privacy, in Xenopus tropicalis.
We first discovered the mutant embryo among gynogenetic diploid
embryos during screening of offspring of an ENU-treated animal. A
founder mutant embryo was raised to adulthood and outcrossed to
generate a carrier population. From brothersister matings of these
frogs, we recovered the same mutation in 25 of offspring, suggesting
that the mutation was due to a single recessive gene. During
development, the mutant phenotype first becomes noticeable after
stage 39/40 when the retinal pigment epithelium (RPE) is fully
developed in wild type embryos. The mutant embryos have less
pigmentation in the RPE as well as in the trunk, suggesting the failure
of formation or maintenance of melanophores. The eyes otherwise
developed normally by stage 42. However, by stage 46, we saw that in
many cases the retina had begun to degenerate, and that the lens had
been extruded from the eye, leading to eye defects ranging from
complete loss of eyes to relatively normal looking eyes. In addition, no
formation of iridophores was observed in the mutant embryos, which
makes the belly of tadpoles completely transparent, and one can
clearly see the visceral organs even at later stages. By stage 50, almost
all melanophores also disappear, which enables one to observe the
nervous system easily. In combination with transgenesis of GFP
reporters, this mutant feature may be very useful for study of
organogenesis. Further characterization of the mutant including some
aspects of gene expression profiles of marker genes for pigmentation
will be presented.
doi:10.1016/j.ydbio.2009.05.378
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Functional redundancy and complementarity of Hoxa5 and Hoxb5
paralogous genes during mouse lung development
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In mammals, there are 39 Hox genes organized in 4 complexes
located on different chromosomes. Hox genes encode homeodomain
transcription factors crucial for embryo patterning and organogen-
esis. Analysis of Hoxa5 mutant mice has revealed the essential role of
Hoxa5 for axial specification and survival at birth. Hoxa5−/−
newborns die from lung defects. Several Hox genes are expressed in
the developing lung, but only the Hoxa5mutation causes death due to
respiratory tract dysmorphogenesis. Hoxb5 is expressed in the lung,
but Hoxb5 mutant mice are viable and no organ defect has been
reported. The severity of the Hoxa5 lung phenotype indicates a major
role for Hoxa5 in lung formation. However, it is possible that Hoxb5
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